The sarcoglycan-sarcospan (SG-SSPN) complex is part of the dystrophin-glycoprotein complex that has been extensively characterized in muscle. To establish the framework for functional studies of sarcoglycans in retina here, we quantified sarcoglycans mRNA levels with realtime reverse transcriptase-polymerase chain reaction (RT-PCR) and performed immunohistochemistry to determine their cellular and subcellular distribution. We showed that the b-, d-, g-, e-sarcoglycans and sarcospan are expressed in mouse retina. They are localized predominantly in the outer and the inner limiting membranes, probably in the Müller cells and also in the ganglion cells axons where the expression of dystrophins have never been reported. We also investigated the status of the sarcoglycans in the retina of mdx 3cv mutant mice for all Duchene Muscular Dystrophy (DMD) gene products. The absence of dystrophin did not produce any change in the sarcoglycan-sarcospan components expression and distribution. #
Introduction
The dystrophin associated protein complex (DAPC) is a complex conformed by the interaction of multiple proteins that associate intimately with dystrophin at the sarcolemma of skeletal, cardiac and smooth muscle (Campbell, 1995; Straub et al., 1999; Yoshida and Ozawa, 1990) . The sarcoglycan-sarcospan (SG-SSPN) and the dystroglycan complexes are essential components of the DAPC, along with syntrophins, dystrobrevins and a diverse group of signaling proteins (Blake et al., 2002) . Through its attachment to the extracellular matrix, the DAPC provides a mechanosignaling linkage between the outside compartment of muscle cells and the intracellular cytoskeleton (Ervasti and Campbell, 1993) .
The absence of dystrophin leads to the disorganization of the DAPC and especially to the decrease of expression of the sarcoglycans (SGs) in muscle (Chamberlain et al., 1997) . The SGs are asparagine-linked glycosylated proteins with single transmembrane domains (Ozawa et al., 1998 ) that form complex mediating muscle membrane stability (Hack et al., 2000) . The integrity of the SG-SSPN complex requires the coordinated translation and assembly of its subunits. Perturbations in this complex lead to limb girdle muscular dystrophies and cardiomyopathies in both humans and mice (Bonnemann et al., 1995; Coral-Vazquez et al., 1999; Lim et al., 1995; Nigro et al., 1996; Noguchi et al., www.elsevier.com 
